History: The fourth live born child of healthy unrelated parents, this boy was born at term weighing 3.6 kg and the neonatal period was uneventful. There was no relevant family history. Profuse diarrhoea started at 2 weeks and persisted until the age of 9 months, when a diagnosis of glucose-galactose malabsorption was established by the dramatic improvement which followed withdrawal of dietary glucose and galactose. Between the ages of 2 weeks and 9 months, severe diarrhoea frequently necessitated intravenous rehydration. Oral tolerance tests with the two offending monosaccharides, or disaccharides containing them, produced biochemical and clinical evidence of malabsorption; jejunal biopsy at 1 year showed a histologically normal mucosa.
When glucose and galactose were removed from the diet his stools became normal and his growth satisfactory (height and weight at 10 years on 25th centile).
During the last few years the diet has been relaxed and he is now, at the age of 10 years, consuming a virtually normal diet, although he still has mild diarrhoea and abdominal distention occasionally.
Investigations at age 9 years: Glucose tolerance test (I g/kg body weight): fasting blood glucose 68 mg/100 ml and serum insulin 5 Iuu/ml with no rise in either during 150-minute post-load period. Lactose tolerance test (1 g/kg): fasting blood total reducing substances 91 mg/100 ml with no rise over subsequent 150 minutes. Xylose tolerance test (0.4 g/kg): 1 hour blood xylose 25.5 mg/100 ml (normal >22 mg/100 ml).
Jejunal biopsy showed a morphologically normal mucosa by light microscopy. Mucosal disaccharidase activities: lactase 3.1 (normal >2.5), maltase 15.1 (normal >10.0), sucrase 4.7 (normal >3.0), and palatinase 1.5 (normal >1.0) units/g wet weight of mucosa. Following a 15-minute incubation (37°C) of jejunal mucosa in medium containing glucose and leucine, tissue: medium concentration ratios of glucose and leucine were determined by the method of Eggermont & Loeb (1966) , and the results are shown in Table 1 . Uptake of the amino acid leucine was normal whereas sodium-coupled glucose uptake was grossly impaired. The jejunal mucosa of our patient was not examined by electron microscopy but was unequivocally normal by light microscopy on two occasions (at 1 and 9 years). The absorptive defect was shown to persist, using both in vivo and in vitro techniques, to the age of 9 years, and is therefore likely to be permanent. The failure of serum insulin levels to increase during the oral glucose tolerance test demonstrates the physiological importance of glucose absorption for insulin release.
Our in vitro uptake studies (Table 1 ) and the in vivo perfusion studies of Phillips & McGill (1972) suggest a failure of sodium-coupled glucose and galactose transport. The finding that amino acid transport and mucosal (NA+-K+)-ATPase are normal in affected cases (Meeuwisse & Dahlqvist 1968 , Eggermont & Loeb 1966 argues against a reduced sodium gradient as the cause of the malabsorption, and suggests that the primary abnormality is located at the brush border membrane. This possibility is supported by the studies of Schneider et al. (1966) and Elsas et al. (1970) . Schneider et al. (1966) , using an autoradiographic technique, demonstrated absent binding of galactose and phlorizin to the brush border of one case. The kinetic studies of Elsas et al. (1970) showed a normal affinity (Km) but a reduced capacity (Vmax), suggesting a reduction in the total number of membrane carriers which were capable of binding sodium, glucose and galactose normally. Thus, there are at least two possibilities to account for the primary defect in congenital glucose-galactose malabsorption: impaired binding of glucose and galactose to membrane carriers, possibly due to a genetically determined defect in protein synthesis; or a reduction in the number of total binding sites which have normal binding properties. Further studies are necessary to distinguish between these two possibilities. A K, boy born 27.4.69 Admitted 13.1.72 with hmmaturia and right loin mass. On 15.1.72 a nephroblastoma was removed by nephroureterectomy and actinomycin D 180 ,g (15 ,ug/kg) was given immediately and on the three subsequent days. Radiotherapy was begun on 25.1.72 and completed on 18.2.72. A total dose of 3250 rads (linear accelerator) was given to the right hemiabdomen from hemidiaphragm to sacral promontory. Two months postoperatively a right renal bed abscess required drainage and on 4.4.72 he was again admitted with acute generalized cedema and ascites. Thrombocytopenia (18 000) was present. Laparotomy revealed a well demarcated mottling and wrinkling of the liver in the right hemiabdomen. A liver biopsy showed marked sinusoidal congestion with dilated empty sinusoids in some areas obscuring the lobular architecture, haemorrhage into some of the centrilobular vein walls and narrowing of the lumen by loosely arranged, fibroblastic intimal tissue but without necrosis or bile stasis. At this time the liver functions were significantly abnormal and hypoproteinimia was marked (bilirubin 1.7 mg/100 ml, SGOT 360, SGPT 200 milliunits/ml). Albumin infusions and diuretics were commenced. Liver function deteriorated further (bilirubin 5.7 mg/100 ml, plasma NH3 90 ,ug/100 ml) and the ascites required drainage. Thrombocytopenia persisted. Two weeks after rR.~~~~~~~~~~~~~. 
